Abstract The present report communicates a case of canine trypanosomosis with ophthalmic involvement, its diagnosis, hemato-biochemistry and therapeutic management in a 2 year old dog. The dog had history of bilateral corneal opacity and impaired vision since last 4 weeks. On the basis of history and clinical signs, a presumptive diagnosis of canine trypanosomosis was made followed by confirmation with Giemsa stained buffy coat smear examination. Therapeutic regimen was comprised of Diminazine aceturate @ 3.5 mg/kg deep IM for two occasions 24 h apart along with parenteral fluids, hematinics, NSAID and multivitamins which yielded favourable response by third day post-therapy. Haemato-biochemical parameters took nearly 14 days of time to return to near normal levels. Improvement with respect to corneal opacity took 6 weeks of time and the animal was followed up to 3 months without any recurrence.
Introduction
Trypanosoma evansi, a kinetoplastid haemoprotozoan parasite that produces a disease condition commonly known as ''surra''or ''mal de cadeiras''. It affects a wide range of hosts such as camels, horses, cattle and buffaloes and is the most widely distributed of the pathogenic animal trypanosomosis (Eloy and Lucheis 2009) . It is mostly mechanically transmitted by biting flies such as tabanids and stomoxes and less commonly by ingestion of infected vectors, carcass, blood and tissue as well as by vampire bats (in South America). The principally affected species in Indian subcontinent by this parasite are camels, horses, cattle, buffaloes and dogs causing severe morbidity, mortality as well as limiting the animal's productivity with threatening economic consequences (Pathak and Singh 2005) . Trypanosomosis in dogs is most commonly found in two forms; American trypanosomosis (Chagas disease) caused by T. cruzi, and African trypanosomosis (surra or sleeping sickness) caused by T. evansi. However, in the Indian sub-continent, trypanosomosis of dog is mostly due to T. evansi (Eloy and Lucheis 2009) which is fatal in dogs and severity of this is only next to that of horses. The disease is generally acute in dogs with clinical signs include edema of the hind limbs, anorexia, intermittent fever, corneal opacity, apathy, dehydration, pale mucous membranes, fever and weight loss (Eloy and Lucheis 2009) .
Sporadic reports of trypanosomosis in dog due to T. evansi have been reported by many authors from different parts of the country (Singh et al. 1993; Ravindran et al. 2008) . However, no reports of canine trypanosomosis from Mizoram (one of the eight north eastern states of India comprising of Assam, Arunachal Pradesh, Meghalaya, Manipur, Mizoram, Nagaland, Sikkim and Tripura) could be traced in the scientific literatures. Hence, the present case report is a first report of T. evansi in dog from Mizoram which describes its clinical presentations, diagnosis, hemato-biochemistry and therapeutic management.
History and observations
A 2-years-old mixed breed male dog weighing 25 kg was presented to the departmental clinic with a history of bilateral corneal opacity since 4 weeks. There was improper history of vaccination and deworming with normal appetite. By the time of presentation, it was already treated with Betamethasone for 15 days with no to mild improvement. On closed physical examination mild depression was evident, menace response was absent with nasal hyperkeratosis, bilateral corneal opacity as well as sanguinopurulent nasal discharge ( Fig. 1) , anaemic gingival and conjunctival mucus membranes, edematic hind limbs and scrotum (Fig. 2) , enlarged prescapular and popliteal lymph nodes. Vital parameters revealed pyrexia (104.6°F), normal heart rate (130 beats/min), eupnea (respiration rate 30/min), mild dehydration (skin tenting test of 5 s; 6-8% body weight loss) and increased capillary refill time (4 s). So, on the basis of history and clinical observations, a presumptive diagnosis of canine trypanosomosis was made followed by confirmation with Giemsa stained buffy coat smear examination (Fig. 3) . Hematology revealed normocytic hypochromic anemia with neutropenia and leukopenia (Table 1) . Plasma biochemistry revealed marked hypoglycaemia, hypoproteinemia and increase in activity of alanine aminotransferase (Table 1) .
Treatment and discussion
Therapeutic regimen was comprised of Diminazine aceturate-Phenazone combination (Inj. Nilberry) @ 3.5 mg/kg deep IM for two occasions 24 h apart along with IV fluid (Inj. D10 @ 10 ml/kg BW ? Inj. RL @ 30 ml/kg BW) OD for 4 days, Inj. Ferritas (Iron Sorbitol ? Folic acid ? Vitamin B 12 ) @ 2 ml IM OD for three occasions on alternate days, Inj. Melonex Plus (Meloxicam 5 mg ? Paracetamol 150 mg/ml) @ 0.4 mg/kg BW IM BID for 2 days and Inj. Rumeric (Vitamins, Amino Acids and Liver stimulating factors) @ 2 ml IV OD for 4 days yielded favourable response with resumption of normal vigour and activity by day three post-therapy.
The clinical signs recorded in this case were in accordance with earlier reports made by other authors (Howes et al. 2011 ). Diminazene aceturate is mostly preferred against T. evansi because of its higher therapeutic index and low incidence of resistance (Howes et al. 2011 ). Scientists have reported daily IM use of Diminazine aceturate @ 3.5 mg/kg for 5 consecutive days with greater penetration through blood-brain barrier leading to elimination of parasite from brain (Howes et al. 2011) . In this case two doses of Diminazene aceturate-Phenazone combination were preferred 24 h apart to avoid recurrence and which proved sufficient enough to make peripheral blood smear negative for any parasite on day 3 post-therapy. Inj. Dextrose 10% was given to take care of hypoglycaemia induced by T. evansi. Inj. Ringer's Lactate to check dehydration and provide essential electrolytes. Inj. Ferritas to take care of anemia. Inj. Melonex Plus was given as antipyretic. Inj Rumeric was given to boost immune system. The anemia in this case was of normocytic normochromic regenerative (Fig. 3 ) in nature and which was in agreement with earlier report (Nongo et al. 2015) . Anemia might be due to haemolysis associated with decrease life span of RBCs and extensive erythrophagocytosis (Habila et al. 2012 ). There was neutropenic leukopenia, lymphocytosis and thrombocytopenia which were in agreement with Nongo et al. (2015) . Leukopenia was largely due to ineffective or depressed granulopoiesis in the bone marrow. Hypoproteinemia was in agreement with Nongo et al. (2015) . Marked hypoglycaemia was in agreement with Gunaseelan et al. (2009) which might be due to utilization of large amount of glucose by trypanosomes as well as hepatic involvement causing depletion in glycogen. The increased activity of ALT may be attributed to the effect of trypanosomes on hepatic tissues which was in agreement with Nongo et al. (2015) .
Improvement with respect to mentation and vital parameters were achieved by day 3 post therapy. However, haematological and biochemical parameters took nearly 14 days of time to return to near normal levels. Improvement with respect to corneal opacity took 6 weeks of time and the animal was followed up to 3 months without any recurrence.
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